A case of primary sideroblastic anaemia is described in which megaloblastic changes in the bone marrow were found to be due to coincidental pernicious anaemia.
Introduction
THE simultaneous occurrence in the bone marrow of megaloblasts and ring-sideroblasts may result from a variety of causes. In a series of seventy patients with sideroblastic anaemia, MacGibbon and Mollin (1965) observed megaloblastic change in 544O of cases of primary sideroblastic anaemia, and in 74YO of cases of secondary sideroblastic anaemia. The megaloblastic change was attributed to folate deficiency which they detected in 80°/ of both primary and secondary forms. A favourable response to folate therapy was evident in 40Y. of the patients.
In pernicious anaemia, also, small numbers of ringsideroblasts are frequently demonstrated in the late megaloblasts although treatment with vitamin B12 results in their rapid disappearance.
A further cause of concurrent sideroblastic and megaloblastic change is illustrated by the following case.
Case report
A woman aged 75 years presented with a history of progressive fatigue, effort dyspnoea, palpitations and episodes of faintness during the previous 9 months, with the recent development of a sore tongue and mouth. There was no relevant family history. She had been treated by her general practitioner for some months with oral iron.
Investigations revealed a haemoglobin of 7-9 g/dl.
MCV 130 fi; RBC 1-9 x 1012/1; WBC 3-6 x 109/1 (normal differential). The blood film was macrocytic with hypersegmented neutrophils. Bone marrow aspiration showed greatly increased cellularity and 
Discussion
This case would appear to illustrate the coincidental occurrence of primary sideroblastic anaemia with pernicious anaemia.
Until relatively recently the classification of sideroblastic anaemia into primary and secondary types was based upon the simultaneous detection of other diseases. The observations of Hall and Losowsky (1966) , however, enable such a classification to be made by examination of the bone marrow alone. Thus in primary sideroblastic anaemia ringsideroblasts are found in all stages of erythroblast maturation, whereas the early erythroblasts do not Case reports usually exhibit ring forms in the secondary or hereditary types.
From the initial marrow sample the diagnosis of primary sideroblastic anaemia was suggested by the presence of numerous ring-sideroblasts at all stages of erythrocyte maturation. At first the megaloblastic changes were attributed to folate deficiency, in association with primary sideroblastic anaemia. This opinion was revised at an early stage, however, in view of the Schilling test, serum B12, and antibody results, which were characteristic of pernicious anaemia. The persistence of sideroblastic change in the marrow despite folate therapy and a response to vitamin B12 suggested a concurrent primary sideroblastic anaemia.
The case illustrates the importance of investigating all cases of macrocytic anaemia by iron staining of the marrow together with estimation of the serum B12 and folate levels. The possibility that megaloblastosis and sideroblastosis may be due to separate conditions, as in this case, should be considered particularly when associated with a sub-optimal response to adequate B12 replacement therepy.
Introduction
INTUSSUSCEPTION in adults has a predisposing mechanical cause in more than 50%/O of the patients (Donhauser and Kelly, 1950; Goodall, 1963) but in infants and children a demonstrable lesion, in particular a malignant tumour, is uncommon (Strang, 1959; Dennison and Shaker, 1970) . The separation between these two groups of patients has been accepted as the adult patients being over 14 years of age (Goodall, 1963; Elebute and Adesola, 1964) . This report concerns a 12-year-old boy with recurrent colo-colic intussusception due to a primary mucoid carcinoma of the descending colon. The case is of interest because of the rarity of malignant tumours of the colon in childhood and adolescence and the unusual mode of its presentation.
Case report
A 12-year-old schoolboy was admitted to hospital with the complaint of abdominal pain. His symptoms began 6 months before admission with intermittent attacks of colicky lower abdominal pain and distension followed by diarrhoea and passage of blood and mucus per rectum. Between these attacks his general health had been good and he had remained symptomfree. Three weeks before admission, however, some weight loss and diminished appetite were noted by his parents. He had never vomited but had nausea at times. There were no other symptoms or family history of consequence.
On examination, he looked anaemic and appeared tired but had no complaints. He was apyrexial and normotensive. There were no abnormalities in 
